[Inhibitory effect of irbesartan on restenosis after balloon angioplasty and mechanism thereof: experiment with rabbits].
To investigate the inhibitory effect of irbesartan on the restenosis after balloon angioplasty and mechanism thereof. Forty-eight Harbin white rabbits underwent balloon angioplasty at the left common carotid artery to establish models of restenosis (RS) and then were randomly divided into 3 groups of 8 rabbits: 7 d, 14 d, and 28 d to be fed with the diet with 35 mg/kg irbesartan till the day when the rabbits were to be killed, each group with 4 controls fed with normal diet At the scheduled days the rabbits were killed and their left common carotid arteries, livers, and kidneys were taken out to undergo morphological examination. The areas of the tunica intima, tunica media, and lumen of the common carotid artery were measured. Immunohistochemistry was used to detect the nuclear factor-kappaB p65 (NF-kappaB p65) and proliferating cell nuclear antigen (PCNA) protein. RT-PCR was used to detect the mRNA expression of inhibitor-kappaB (I-kappaB) and monocyte chemoattractant protein-1 (MCP-1). No abnormality was found in the specimens of liver and kidney. Measurement showed that the area of tunica intima of the 7 d irbesartan group was 0.34 mm(2) +/- 0.15 mm(2), significantly smaller than that of the controls (1.05 mm(2) +/- 0.38 mm(2), P < 0.05), and the area of arterial lumen of the 28 d group was 4.25 mm(2) +/- 0.29 mm(2), significantly larger than that of the controls (2.56 mm(2) +/- 1.02 mm(2), P < 0.05). Immunohistochemistry showed that the rates of NF-kappaB p65 positive cell and PCNA positive cell of the 7 d irbesartan group were both significantly lower than those of the controls (both P < 0.05). The mRNA expression of I-kappaB in the vascular wall of the 7 d irbesartan group was significantly lower than that of the controls. The mRNA expression levels of MCP-1 at different time points were all significantly lower than those of the corresponding controls (all P < 0.05). Irbesartan inhibits the RS after injury of arterial wall by balloon angioplasty via suppressing the activation of NF-kappaB p65 which controls the expression of I-kappaB and MCP-1.